This 21-year-old man was admitted to hospital with right chest pain, productive cough, and blood-stained sputum. He was a well-nourished man in good general condition. He smoked about 20 cigarettes daily for the last few years. There was no effort dyspnoea.
On physical examination some dullness over the right hemithorax was noted. Sedimentation rate, blood count, urinalysis, and ECG were normal. The Mantoux test was strongly positive. Lung function tests disclosed a very moderate mixed obstructive and restrictive function loss indicating small airway disease. The patient had been under the surveillance of a chest clinic since childhood because of recurrent pulmonary infections. On one occasion at the age of 16 years, because of active pulmonary tuberculosis in his family, he was treated with anti-tuberculous drugs for six months, even though the tuberculous nature of his affection was never proved. The chest radiograph showed widespread interstitial infiltration in the right middle and lower lung fields with obliteration ofthe costophrenic angle. On closer inspection one was impressed by the paucity of lung vascular markings, the smallness of the right hilum, and some loss of volume of the entire right lung (fig 1) .
The patient received ampicillin and trimethoprimsulphamethoxasole for two weeks and the right lung infiltration regressed. A perfusion scan disclosed no perfusion of the right lung. On bronchoscopy the major bronchi were patent, and on the right side some inflammatory changes in the mucosa were noted. Bronchography showed patchy parenchymatous filling especially in the right middle and lower lobes and obstructions in the fourth and fifth generations of bronchi. Pulmonary angiography displayed a markedly reduced diameter of the right pulmonary artery and an almost thread-like appearance of its branches. Venous return was absent on this side (figs 2 and 3).
At this stage, we traced a multitude ofchest radiographs of the previous 10 years. There were recurrent bouts of infection with infiltrations always confined to the right lung. On one occasion at the age of 16 years a moderate right pleural effusion was present. In the intervals, the right lung was hypertransradiant and its vascular markings were deficient.
In biopsy (fig 4) . The mural elastic layer was preserved in most of the venules and veins, but in some of them there was localised loss of elastic fibres. Thickened alveolar walls as a result of interstitial fibrosis were seen. There was no evidence of tuberculosis. 
Discussion
The unilateral hypertransradiant lung is characterised radiologically by a small or normal sized organ which is poorly perfused. Its vessels are small in calibre. The major bronchi are characteristically patent, while signs indicating obstruction of smaller bronchi are always present with resulting insignificant changes of pulmonary density during all phases of respiration. Occasionally contralateral mediastinal shift on expiration is present.3-5
The chest radiographs of our patient over the past 10 years, perfusion study, bronchography, and pulmonary angiography leave little doubt about his harbouring a right hypertransradiant lung, which was the site of recurrent infections. The unusual feature in this case is the demonstration of a veno-occlusive process in a single lung with anatomically compromised structure. Venoocclusive disease restricts the venous bed of the lesser circulation with the resulting pulmonary venous hypertension. In our patient there were neither clinical nor radiological features of pulmonary venous hypertension, because of the unilateral localisation of the disease process.
The perfusion of the right lung already hampered by its basic pathology (hypertransradiance) was even more restricted by venous obstruction. The absent venous return from the right lung indicates that almost the entire output of the right ventricle was accommodated by the healthy lung. Although the contralateral lung was not biopsied, it seems to us that the lack of any clinical and radiographichevidence of pulmonary hypertension together with a normal ECG, normal left pulmonary angiogram and perfusion scan make the involvement of the latter most unlikely. 
